A 43-year-old man with type-1-diabetes developed rapid coma, high temperature (39.7°C) and nuchal ridigity. History revealed a previous splenectomy and alcohol abuse. The patient was comatose with intact corneal and pupillary reflexes. Cerebrospinal fluid (CSF) showed polymorphonuclear pleocytosis (4500/cm 3 ; normal < 4), elevated protein (3700 mg/L; normal < 500), elevated lactat (16.58 mmol/L, normal < 2.09) and decreased glucose (20 mg/dL; corresponding blood glucose 79 mg/dL). Microscopically gram-positive diplococci and additional exoantigens of streptococcus pneumoniae were detected in the CSF. An unenhanced CT revealed slightly enlarged inner and outer CSF spaces (left). A contrast CT showed pronounced enhancement in the cortical regions (right), suggesting diffuse cortical cerebritis. MRI showed similar findings, but was superimposed by movement artefacts. In repeated EEG no electrical brain activity was detected indicating severe cortex damage, which was also demonstrated by SPECT with strongly reduced cortex perfusion [1] . Antibiotic treatment included ceftriaxon, ampicillin and gentamicin leading to resolution of the inflammatory response. Clinically, the patient developed a persistent vegetative state.
